A, 2022, 42(3): 463-472 www. life.ac.cn doi: 10.13488/j.smhx.20210507

Bt EFHERAZE 5% S BB AE RIS i

REFY, HNFED, Ra#Y, RKEAD
(FHAERRFAMRE S TFTAMFHN TS RAEQREAEEERE, H#iT 524023;
THREMHRKFEFHREIZ, RE 523808; S ARBEAKFME EZFRERF LA, #iT 524001)

T Mg mie ey Klt 5% F3K, T8 8 5 Kl BE 69 K-F Ao o Ak SRR I L Ab AL R4 R i R LRk =
KM EZ. YITEmA0s AR E BB RIS, o7 A F 4244 B A7 B2 (short-chain fatty acids, SCFAs)t % &
B E R kR, BtASHEEALLSE & R B (acyl-CoA short chain synthetases, ACSSs)#% 4% fELSCFAsA &
CUBLHHEEA . CBLIBEAR —AF XA Rt b 18 =4, RARAMNB@ee G ERERSHE Y, LEK
b R CEEALAS AR 69454k . & & T BLAL & — A & 2 69 #11% )5 14 4% (post-translational modifications,
PTMs), 25T mieith, EMBOREREFTAL—ZOER, W?’LACSSSEH‘PW’@H@‘?Q‘M’Q%‘,
ARG FRBREFOERNEAZEEL. Ak, ALHEFA RACSSsH)FF LBLITLRE, UIA
ACSSs2 78 F 89 5 AR B

KR BRAMBRALS A A s, AR, IWRARM; CBLBEIE

Research progress of acyl CoA short chain synthetase in tumor

JIA Yufang"?, HUANG Xiaoqin'?, TU Mingjin"?, ZHANG Haitao"**

(‘Department of Biochemistry and Molecular Biology & Key Laboratory of Peptide and Protein Applications,
Guangdong Medical University, Zhanjiang 524023, China; *School of Medical Technology, Guangdong Medical
University, Dongguan 523808, China; “Institute of Respiratory Diseases, Affiliated Hospital of Guangdong
Medical University, Zhanjiang 524001, China)

Abstract: Tumor cells have an abnormally active metabolism and can meet their energy metabolic needs by
regulating the level and function of metabolic enzymes or by obtaining other energy substances. When tumor
cells are hypoxic or glucose-restricted, short-chain fatty acids (SCFAs) can be used as their source of energy
substances. Acyl-CoA short chain synthetases (ACSSs) catalyze the synthesis of acetyl-CoA from SCFAs.
Acetyl-CoA is a key metabolic intermediate, which not only provides energy supply for tumor cell survival,
but also serves as a donor for protein acetylation modification. Protein acetylation is an important post-
translational modifications (PTMs) involved in regulating cellular behavior and plays a role in tumor
occurrence and development. It is important to study the role of ACSSs in tumor cell metabolism, especially in
stress metabolic state. To this end, this paper reviews the recent studies on ACSSs with the aim of contributing
to the study of ACSSs in tumors.
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Pt 5 4 A A% 55 A B (acyl-CoA  short chain
synthetases, ACSSs) X EFHEACSS1. ACSS2#1
ACSS3=Fhf, 5% 5% N5 iR (short-chain fatty
acids, SCFAs)[17fif L= A2 O BE4fIBEA . SCFAs/E
—RFEB O NIRRT IR 2 2H 5 e Ui
Wi, A R E T L 30 W i 18 IR AR YR
R & er g k=Y. IEFEELT, MR
0 LB R 1) R R % e B I R A R O W I
MR A B R ), (BAESEAM T, MR
2 B0 ] 260 BB AN 2 U i B AR B IS, %P SCFASs
PR BT, CHEZ RS . CBtHBFAR — M E
LT S R 241 PR ) Joia A AN A4 AR A 2 T e ) R TE) AR
D, e 2 R LR I AT S R IR I
EPE . HETR (AT A AR R M LR
P BT AR EB A, R ER
— BRI, SCRMRAR K . ACSSsZ Y
SCFASHIHIA, AT AT g & AU RIBCIR S 1 s
ARt SR A LLAERR R AT, XTACSSs
P 70 B B S, A R I B IR T HE A Bk
249,

1 ACSSsEHZXIE

N R 20 v L DA 1) T A Tl A
(acyl-CoA synthetases, ACSs)H i A7 26F0,
AR AR W R SR K A, ACSSTT 73 A7 MK
. FHEEACSs. FHEACSs. KHEACSs. #BKHE
ACSs. bubblegum ACSs(ACSBG)FI—4 AL,
ACSsPl. AACSHIA Rr & MR, R IEMKR)

0 100 200 300

fEH . ACSSsZ 5 SCFAsIiEIL, 1HALSCFAsS
Filg AT FA T B AT A2 10T D BRI S Al B A, R A%
FEACHHE T IR . ACSSsF R, 2 K 11 45 Fy sk
LB, Hah A5 EoRYE T STRING W ¥k (https://
www.string-db.org/).

ACSS1. ACSS2F1ACSS3#ACSSsH: N F ik ()
RO SO R R, R L U ACSS T
ACSS3# i LR AL i g, T ACSS27E o 1 4 g
JRANYI R . =P ) S R A, ACSSI
MACSS2%f LR A = fE R M, TTACSS35 W
FREL F R M. % T ACSS1. ACSS2MIACSS3 & &
M — XKk, BAFERMEZE R, & AR & Fp e
MEAIM R AE R REE, Nk, R =F R
R, WE=FEAR —REHELT . F
HI[E—tEE{K. ANACSSI(NP_001239604.1). A
ACSS2(NP 001070020.2)8 ANACSS3
(NP_001317171.1) /7 513 kI8 FNCBIEH#
(https://www.ncbi.nlm.nih.gov/). =& ¥ 5l L3
W2, FHIE—E N47.61%; ACSS3EHACSSIAI
ACSS2r I A 31.05%F131.71% 1751 [F— 14,
KT ACSS15ACSS21# /7 51 [F]—PE(43.21%)(£ 1)
1.1 ACSS1#yT&E

ACSSITEC T B B UUFIAR EIE BT 2 =
FERIEP, HE SN RN ) O B R AE
SRBIG, B e EReE . ACSSIERIA
KPR Rl B AR RIAERA %% S %
1Ko ACSSITHEFIBRE /N B IEH 0 RN BB B L
AH LG, 7E 2 A A BTl = 6% IR IR 1 (adenosine
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human_ACSS1 <MAARTLGRGVGRLLGSLRGLHEeCPARPP(JeVSAPRRAASHISGSAPAVAARAAQPGS. . .MPALSACAARHESIA PL 76
human ACSS2  .......... MGLPEERVRSGHESRGCEEMEAGGRARSWSEH)3PEVSRSAHVPSLQR. . . . . RELHRRSVEENR: DI €5
human_ACSS3 MKPSWLCCRKVISAGGLGGPLE[ESSPARG. ALRALVVPHIRGGLGGRGCRALSSGSGSERXTHFAARSVTINE KA 80

human_ACSS2
human_ACSS3

human ACSS1 ERDTLVWDTPYH...TVWECDESTGK..IGWFLGGC

SVRCLEC. .HVRISPE LIWERDEPGIEVR! REILMET 149
KE. CYRVIBRNVHERILGD! FYWEGNEPGETTC! HQLMVQ 144
EQISWYK........ PWNTXKTLENKHSPSTREVEGMINICYRAVPERHIENGY . GBRIE ITYDSPVINTKAT KEVEEQ 151

FYWKTPCPGPFLRYNFDVTKGKIFIEWMKGAT

human_ACSS1 TCRLANTMXRHEVH] B ARy ML ACAR TG Fn SAESHA INDAKCKVVIRENCGLRGGR 229
human_ ACSS2 VCQES RKJeIC! PISBIE} AN ML ACAR TG i) SSESC LDSSCSLLINTDAFYRGEK! 224
human_ACSS3 VSKLA VRHEIK v PSRt Eferic b LACARIGARIEN ASKEMS DHVKPKVVVHASEGIEPGR 231

human_ ACSS2 NLKELA
human_ACSS3 EYVPLV]

human_ACSS1 ELKKIV KHC..... PTVQHVLVAHRTDNKVHMGD 'VPLEQ 269
LOKCCEXGFPVRCCIVVKHLGRAELGMGDSTSCSPPIKRSCPDVQGKLKEKSKRVQPCISWNCG IR LWWEE 304
.................................. G

human_ACSS1 AKEDPVCAPESMGS3DMIE! e

human_ACSS2 CEAGDECEPEWCDMIDEME e Spae e VVHT V.
human_ACSS3 AKACSHDCVPVLS .RHEMY < EVIRPT
human_ ACSS1 CNe. ST)3V . YINAGRYWETVERLKINCEY!
human_ACSS2 A GIET . YIDVNRLWSIVDKYRVIKEY'
human_ACSS3 LHE! GXJ3VGT)3DAGAYERVLAEHGVAALE
human_ ACSS1 LERSVGDSRCTLV)® @ . .JeGICIAPRPSEEGAETL
human_ACSS2 YHRMVGACRCPIVISTEQ[e TERNeGHMLTPLEPG. . ATPM!
human_ ACSS3 SKNJFR. . .VEV, Cpy SPITASCVGLGNSKT

human_ACSS1 MARTIYGDHQRBVD. KA GAYRTE!
human_ ACSS2 IMRIVYGNHERRET KK IV GCCRDQ
human_ACSS3 AFSGLWKNQERRKH EK. M4sAGYMDE

human_ACSS1 DEERREAEMKDSAGD .scvvv%m(suvm

ECLYCEVILCDGHTF . SPKLT]
EHVPLALCVLRKDINATEECQVL

human_ACSS2 BV
human_ ACSS3 B

human_ACSS2 VISHLES..HRCLTIQ...

human_ACSS1 L IIAEILSVYCQKCKDKQARA
human_ACSS3 I IEGHVEEMLKQA.......

E2 ACSSsZHIER

%=1 AACSS1. ACSS2FIACSS3FFIE—Mxft &

LKIG...CHKPDKILIYNRPNMEAVPLAP

LKKCIRE]
IVKHVRQ

ACSS1 ACSS2 ACSS3
ACSSI 687AA / /
ACSS2 43.21% T14AA /
ACSS3 31.05% 31.71% 685AA

triphosphate, ATP)7/K-F-[#IK 150%. Mt4L, %2457
MRBRKAL AR I, ACSS 13 Rl B /)N B4 i
BAR . LA, ACSSIFEBKIL AN A E I,
SR OB ERUERE, ARV A TS S .
AWRAE T, B T Kruppel #E 1 15801 g 2
SRR 12 IACSS R,
1.2 ACSS2(9Th Bk

ACSS24r i iz, fERF B A I 3R R
B, fEKMA AL RIA R EY ) ERE ARG
(RO BE R L 45 ) B R IA K el . ACSS2/2 —
FRATPUHSVERE, 1 F 28R #h U SRR IE AT AT 44

LOWDE 274

LLYAALTEKLVFDEQPGDIEGCV. I V) 349
MLYVATIFRYVEDFHAEDVEWCTAS I \ 384
AVMLHWSMSSIYGLOPGEVWWAAS \ I 383

LLLK. .Y[eDAWVKKYDRSSLRIMG 3PINCIAWE 426
LLMK . . EDEPVTKHSRASLCVMG SPINERAWL 461
AIRCCDEEAALGKCYSLTREXTIPEVAGIRCDVRTLE 433

3. AMEMRPFE[E IVPVLMDEXGSVVEGSNVSGALCISQA) 503
K3 .G TFPFE[EVAPAILNESGEELEG . EAEGYLVEFKQP! 537
3PG

P GKSVHEYNVMILDDNMCKLKARCLGNIVVKLPL 510

YQIT! I RLGTAEIRDATIALE PARPE € YPH 583
YWIT V. LLSTAEWRSALV E HPH 617
LYVMSEY V. RISAGAIRESILSEGIAD [EXKED 590

VPDEILVVERIS S8R VIMIRIMRIM ITSEAQELGDT €62
TPDYICNAPGRZ SITMIRVISREBIACND . HDLGDM €95
AFRNAVEVEQR e {el T FjS SHISAVNGK . . PYRIT €€8
€86
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€85

Fr5E—1E %t L

ACSS21% 52 i 1 I [ B AAS V0 i 107 R 6 1 i) e
SRR —— [ B A 15 o 45 & B H (sterol - regulatory
element binding proteins, SREBPs)i%S!"". Xu
ST I 2R FUBRIG — TR 5T K B, SREBP1 ] 1
IHACSS213RIA&, SBUR &g M. ACSS25
Ji R A A 2, L3 IA W Pl A RE R R g 7 R UK
SRR, Bl KT i R R S . 5
ACSSIAE, TEAME %A, HFUEAE 8L+
ACSS2KIA R i,

KT ACSS2[ W 78 T BAEHIEH A T TH . —
JilH, ACSS2Z i i AeEACH, it
T, 7oA 2 BB A DR R SO 7S T s 4
M AR, Rk, fE 2R R A ACSS2EK A F
W 5—J7, ACSS2#2HtEE 1R £ BEL 18 i Bt
T BRI, AT DR N A B AL A 3 0 35 A%
WA . ACSS2AAAE T MU B Al A%, HASIR] (1) 1
I e AL K FEA R B Dy fg . LBt ACSS2 1] W g ok
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V8 TR ER AT IR TR A& i, ACSS24 3k
HEA M OB R SR, LR 4
FEAiEEA Y. L TACSS2M0i% S, FRAENLHI
W3, 40 Mk = & B, AMPEOE & B
(AMP-activated protein kinase, AMPK)#{HEH A
S ACSS2%5 6591 22 % R 7R B W R 1k (A CSS2
pS659), ACSS24%E /741 #85 , % Hal/4i
K HoaS(karyopherin alpha 1/importin alpha 5,
KPNA l/importin5) /> S ACSS2 A", fE#Hd,
P2 AL I ACSS2 55 ¥ il 44 1 11 Wk A O 266 DR ) 2 29
WA FTFEB(# %K TEBERE &1, FIHAE
FI B A P 7= A2 1) TR 6 R 38 7 A S B il AR
CFFTFEBAEIE R 5 8 7 XS AH 2 F ) 2 e fk, 4
5 [ Wk P I AR RH G BE DR 3Rk, BLX 5078 77 B I
24 5 P 88 400 0 P 705 RAE R ACSS21#% 5
K= HE 1) RS B A W] T2 BT LA B A
] B 7E 4L R R SR TR U O 2T A A5 e
feHEMEH], HET e EVA B A E R R . B 4
PA7 5 R i o AU TR S R R T . A
FFRH, AMPKAFHIACSS2 pS6STE K BEAH i
Jé (glioblastoma, GBM)" > Ik /I 4H il fili & (non-
small cell lung cancer, NSCLOC)" "y J £E 3k & e
fedEEH o
ACSS2[I#% By (o1 7T REAE — & 83 10 8 1 3k A
R —ERER, U RAERE KM T .
ACSS2 [ 19 i Ty B A I AT RIS TR0 A0 LIS ML
MAE . NRAEMREIRET, ot 5N g il

GikaLEd

}

0l o

RAWS, ACSS2 3 EAE N4 5L~ Ra b, ekl
Ji G AR . SRTH, EE TR Z LT, 5.
TERL PR B 4 BATE, ACSS211 My Be Kk 2Btk
B, AR TAE N ST 57 2 o
TEHEY BRI MMZ. SRR, A
BCH A 0% RSP, 4 M PR L R ER 4, [ B
ACSS2ff ikt TS0, i it ] ACS S22 3 fig
i, RHE AR, HORA SO, a0 AEAR
R BCIRES T B 40 B A H AR B— MR E 1) B A
BEASE . R, T8 BB 5 7 2(hypoxia
inducible factor 2, HIF-2)7EcAMP N olF45 &
H-45 4% A (cAMP response element-binding
protein-binding protein, CREBBP)J/ER] K42
Wik 2= B CBP/HIF-2 2 &), HIF-215 5 34 5% .,
CBP/HIF-25 & W1y k2 LWk AL B Sirtuin 1
(SIRTO)MIERH T 2 4B AL A4 BHIF-2, {HHIF-215
SIS (K 4). CBPXTHIF-2 2 Bt AL 1E ] 52 #%
ACSS2P=A ) LR B AR S . 8= ACSS277
AR OB BEAR, EHEE LT, HIF-27 5
P300TE L E &%, 1H5CBP/HIF-2E G WMtL, H
7 FHIF-215 5 I RCRAR T o 728 %) 9% R <31,
HIF-25P300 AR 75 S HIF-2{5 S INE &Y.
HIF-215 5 (13 58 K i i ACSS24E Mg o« AHL ikl i 7
e (AR FH 350 R AE AU B BOIR 25 T (2 a3 b e 1) 2 K
L,
1.3 ACSS3HyIh Bk

ACSS3J& —Fh ki 5L i iy, 3= 21 JF AN

F

~

; Nucleosome

\?D]HM%

A, HEREYIRAE W
EHAR R R A L. LAMPIZRIE bl

E3 AMPK7TSHIACSS2#%

SR AR EFEBLE TR B ZEEALAHLE
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4 ACSS2/CBP/SIRT1/HIF-23#H3F X8 M BUIA S T BhE4mpaE €. HEIEREIE

B EFIL, BT ACSS3TE I ik b
AN, AR 5 ST AE T ACSS3 mRNA#®
K, ACSS3EA Bl A & Rl s, HF5
TERFIE A Rk . MACSSUR /A FAE T HFAEH, #%
WNACSS3A AT BE T P ACSS T & ", B
P I R IR B A T IR . ACSS3 4T S P 4
NREREE, i E B 2 4 SCFAs, HH95%1
&5 g 4 M R A0S 36 1) e bk, R A 2 HE
RSN, s, TR R I I T R A 3 R
A B2 7 B ACSS3 AL A A BRI BRA™Y . 2R )5,
7R Tk 4 T AR e A P 4 P A R A Tl 29 £ gD - PR
N B A, R Y LR A 2 R A
BEYSFRA L- F L ) REA R A, SRR LT
A A AL S B N B F R AR A
BEFABL A BT A RS J5 N = BRIR G LN T BE 2
M, L <8R W] LA R g B IR BORE S AR AT
RET RHRE R4S, R X A A
A R DTk A AL T, AR
BE AR 20 BT R O FropE S AR 0%, ACSS 32 ATl R
10 207 A I IR T IR A A P, LI M T e
BEIMED, KT ACSSIWF T LR, HER =
HRNHEME— R R ED NMAE 2, EFiE—5
FIHRE -

2 ACSSsH5MMERIXF

ARG 5 R B R A R R VIR, =R
Z PR I SRR AE 2 — o DA O T g g AR

FI % WA SRR, B Warburg 08z, {HLR
1 Mt AN AN 2 B Ay %o 25 0 1 TR SR R 0, %o A
AR R s R LR . BRAA. SCFAsOLH & Z
W2 SRV A M E 0 1 o G SR 24 %8 % B Bk = A0
BREEUN, KPR N E B, ACSSsFK IR K 7t
TESCFAsFR R 4E T EEAEAH, H5MEIR
ERERA R, RNFEY) LB EEALE X — R R A
HFHEER . CBHBAERZR, AR =%
FRAEIR . VLI AE S A G BR i A= & B, /]
H =P =4 ATPATIR TR B (ATP citrate
lyase, ACL). Wi i Z M S G (pyruvate
dehydrogenase complex, PDC)FIACSSs"™", 7E#
FEEIAES, WA EZEHRACLAER,
K AE S HEPDCH A Z B il A = £, (H1E
B R E T, ACSSsHELL 2 1 2.k A g AT
g i A K R R B o ACSSsFIRTEAR Y
LBCIRAS N RE S 4R FE IR e AR, KPR HEA
HEE S
2.1 ACSS2 5 BT¢A sz

A — TR 50 AR 4 2 18 6 169 4% 1 xoF JHF 440 i g
(hepatocellular carcinoma, HCC)WZBHT /32, 45
REIR, ACSSIIERIE KA FHCCIE Y3
M, HAMENRSES B, ACSS27E{d 5 1 AT
AL mREY, SEAAERMHCCE R 1K,
HCCIV M2 /R 7 /EACSS3 s % iE . ACSS27f
NHIF-2alf) LR 2 BRI, REBRACSS2 )5 Xt
HIF-2aff1 85 iR IA EH o, (H2BF{KHIF-2a
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1Bk, SEHIF-2a3E P, & H RS+
I RIE K, WIS BB A 78 ik . &9
ACSS2 MK R IE 2 HEHCC 1) 5 7 T 7l J5 A
R, SHCCHIEBMFEE 2 MM, ACSS2HFEk
o R e Y. XS 2 BT XTHCC 0 BT AR
SR —5, RIEWHMMHPACSS2E#RIE, HE
K HIBRAR R BHHCC I R AE MUK B IEHCCH K
FEFREER

{HETACSS27EHCCH I RERT T, A A
P TARMM A Wang25E™UR L, ACSS27E fit
J6 241 R ) AS R S 40 B A R FEAS R Sh g . Bl
T ACSS2F R A [A] 0 e sl 4 Ar s, Al = AR
ACSS2-S1FIACSS2-S2H fli kA, ACSS2-S1+E
O TN A, T ACSS2-S2 58 L 7F 41 g 4% il
R H . ACSS2-S2HI% & i A F T N4 & E
LB BB A, MR A% R A 1 A
WA Rk, i 3R IA 4 1 o 2 i 3 5 A2 2B e ),
MR 2 B L % ACSS2-S2 R 1A 2 T
X—RIIER T ACSS2-S2AEHCC K ALk v I &
AR, Ik B A I i s AR AL AU RT LAk
PR HL U T ACSS2 11 41 i 58 17, $I ] ACSS2-S2
A RECEHCCEF TG, K EE .
2.2 ACSS2 5'Z4mpasE

' 41 g )i (renal cell carcinoma, RCC)s&—Fa
DLHWA R R G g, 5 BT RN ST I8 1 2 %
~39% S REXHIT ABOT BTN, I RORA
o Yao S5 ST ORI, 7E R AT PR RS LR
i 2 40 LR 20 B8 B AR EUOCR BN, LR Eh 1
B+ 25 M (zine finger protein, SNAI1)FIACSS2f)
Fik, MACSS2IEITBIEP13K/AKTAS 5 i B e it
RCCYNEHIER AR M), R iEITACSS2
A FHISNALLA T X (124 & A OB M2 #ESNATL
MIZRIA, SNAIIHI R FRIL SRCCHEH PR AL AH
Ko H—TUF TR, ACSS27ERCCH IR IA
A, BEARIH ACSS2A S IR CCAH i (1) 34 58 5
T, HMkHT®5R%E. ACSS27] 75 F i
B AR AH DG IR T L ERaA, HLAR 3 F WA O R 71
Fik, PiEHA IR R, ZhangZE"
FKTRCCHIWFFBIEH, ACSS2H Rk al ik
RCCHy#EEMZZE, HEFEMEA R,

2.3 ACSS2 54/ R fififz

HE/NH B it (non-small cell lung cancer,
NSCLC)=Z& f i Wi R, HTHEE®E. 5
2R 250k, BENTUGHRZE"Y. Yang
SV — THRE T R B, B OB IR A (ketohexoki-
nase A, KHK-A)FIACSS2[{#ER 1L 7] /E ANSCLC
BHEMTGTabr . MR E MG =8, AMPKA&
ACSS2 pS6359, #SACSS2E S0, P KERZ
kAR BEA A T4 8 1 S WA RO BE DR 3Rk, b i i idk
R R AE SR, By, Xg RN,
ACSS2 pS659if it HoA% Ty e AE ieg AR 3 g A
FEEEH, HENSCLCH I ERIEE B8 B4
R BEARAE G
2.4 ACSS25 R E 8K sz

T & W IR 41 M J (esophageal squamous cell
carcinoma, ESCC)M—IH 5T & 8L, i 8 41 fu /e
B BT, AMPKIE B # 0%, FLACSS2
AP RIE, ACSS25 AMPKGHE B 14 73 7]
VAT I FE A A% PR Rk, 2 5 ESCC A iR
2. HACSS2u]{ENIRTIESCC R fi 8 3 Mg a4
Yikric® . B —Tik FESCCHMF IR T
ACSS2, MK/ LIESCCHEA K 40 i & Hh ¥ %
H43Z {4 (Histamine h4 receptor, H4R)J&=3Kik, 1l
HARWIIE S 5 TR EHE 1R (ACSS2) AR A <
AR (22 2 F AL B O X ESCC I 1Y 5 AT #
frmIVE Y, % BIHAR T BE i NESCCII—AN
NEPAE Y=
2.5 ACSS2 53| iRy

Liang 28 "VE — 1056 LR BB 70 b & 0,
i % R U0 1) AC S S2 RT3 W T8 A% 1 11 1) 1 Wk A O 3
[%5(autophagy-related gene-5, ATG-5)HIRIA, &
F 0 T LR 40 S (MCF-7) AL\ FU IR 58 e 4m
MI(T47-D)RIHGE . TR 22 . ACSS2H 3G
ATG-5Ja 81 T IX I LB KT, 4eRE— e i B Wi
B, HEREESFFACSS2EIL N, Ml
FL I 4 B ATG-S IO PE B, 5 350 | W 4t
i, RHEABRENERE. X—HABERT
ACSS27[ g & FLIRIE IR TTHE 55, Liang&5P7E 2
J& BRI 58 HAIE SE 73X — s . ACSS27E FL R &
HHRRIL, SATG-5RIEZIEMK, 5ACSS2H
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RKiLEFME, LW EFAYERE. FMERA
EIHACSS219RiL, HAEW SACSS2EIEL &,
MHRE T LR R BRI AR
175 3 10 FU M I Il PR VA T PR AL T B A, BR
ARy — MR AT R 9T 77, ABIE B Z AH B ) )
Y SEgRVEIE
2.6 ACSSs5 H {1 fthJeg

Sahuri-ArisoyluZE P EHE 7T 2018 5% 45 i e 4
Jf AR A R S I I, G TR ER RTIE O T R R A
PIThRET 5 SR MIAE T SRR T, 4E
Y ZHT-29 1 ACSS2 M lF KT8 BT, (HA1M
e S T R, YW ACSS2 A i Bk () 4
KA UUARTT R ER HIAE T o AMIE A £ 18 5 7T Ik
g N MG, BT AR — AT TR )
15— T 7RI, ACSS27E 45 B e b R ik
I B fe 55 R AT & R B R TE] 5T A0S B A
FH LI S6 B S R 40 i (cervical
squamous cell carcinoma, CESC){— It & B,
CESC /83 ACSS21t % sy ik H B i A= A7 AU
R W ACSS2F 1 CESCHEE 12 Wi 8 b A TS b
EM. ACSS25CESCH e 4u Ml IR, 4o 2
EmR 4 & VIR ¢, 5 R A 5% W 40 P 1 41
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